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LETTERS TO THE EDITOR 
We are pleased to receive Letters to the Editor on appropriate subjects. These letters should be submitted 
in typewritten form, double-spaced, and are not to exceed 21/• pages. When appropriate, we will solicit com-
ments from the original authors. All Letters to the Editor are subject to editing and possible abridgment. 
AGE-RELATED CHANGES IN THE CUTANEOUS BASAL 
LAMINA 
To the Editor: 
Hull and Warfel [1) reported recently on age-related changes in 
basal lamina that were observed by SEM. They cited two papers [2,3) 
as providing "incomplete, inaccurate" interpretations of basal lamina 
structure. Unfortunately, Hull and Warfel did not understand the 
papers to which they referred. These papers deal with fetal skin and 
adult skin. The surface we describe in fetal skin as covered by microvilli 
is the periderm. "Pseudopodia" were not mentioned in either of these 
papers. The periderm is the outermost cell layer of fetal skin that is 
present up to 6 months gestational age. This is completely unrelated 
to the basal cell undersurface described by Hull and Warfel. Our only 
reference to the dermal-epidermal junction (DEJ) was in terms ofTEM 
observations of lamina Iucida, lamina densa, hemidesmosomes, an-
choring filaments and anchoring fibrils in fetal skin; no observations 
of the contour of the DEJ were reported. 
We think it is incumbent upon authors to read and understand the 
papers to which they refer, especially when the reference takes the 
form of unwarranted criticism. 
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REPLY 
Dr. Holbrook and her associates have taken umbrage unnecessarily. 
They misinterpreted our intent in citing their papers and our state-
ments regarding the appearance of the DEJ. We referred to their works 
as fine examples of published TEMs of the DEJ that have appeared in 
the recent literature accessible to most of your readers. At no point do 
we attack the quality of their work regarding the periderm. We agree 
that their observations on the periderm are irrelevant to our work. 
Rather, we mean to convey that basing concepts on two-dimensional 
TEMs similar to those they published has led to the interpretation that 
the DEJ is characterized by pseudopodia and microvilli (not to be 
confused with t he microvilli of the periderm). Although the authors 
ins ist that "no observations of the contour of the DEJ were reported" 
in their works, they have extensively illustrated the irregular contour 
of the DEJ , as it appears in a total of eighteen illustrations in both 
papers. Based on these, we believe that their two papers illust rate the 
DEJ about as often and as well as any others we've encountered in the 
recent literatu re. 
We sense that their letter was written in anger and haste. The 
emotional and inflammatory tone of it is unwarranted. Of course, we 
read and understood t heir papers. And, of course, we understand the 
"concept" of periderm. We believe that their implications to the con-
trary a re irresponsible. 
Meredith T . Hull , M.D. 
K. A. Warfel, M.D. 
Indiana University School of Medicine 
Indianapolis, Indiana 
NEUTROPHILS IN PSORIASIS 
To the Editor: 
In a very interesting article by Fraki and associates published in the 
September 1983 issue [1) the authors referred to our findings on neutral 
serine proteinase activities in peripheral blood polymorphonuclear 
leukocytes (PMNLs) in psoriasis [2], and we believe that their com-
ments are due to some misunderstanding. 
We have found increased activities of neutral proteinases of PMNLs 
not in all patients with psoriasis studied, as has been suggested [1], bu~ 
only in patients with active plaque psoriatic lesions spreading periph-
erally [2] . In contrast to that, the activities of neutral proteinases-
elastase and cathepsin G, as well as lysozyme-were markedly de-
creased in both patients with active guttate psoriasis and patients with 
stationary lesions [3) . Thus, when the mean activities of these enzymes 
were calculated for the total psoriasis group, no differences were estab-
lished between psoriatics and normal controls, which is in agreement 
with the data of Fraki eta! [1] . 
Regarding their remark concerning the method of extraction of 
granule enzymes [1], other authors also applied low ionic strength to 
solubilize these enzymes [4,5) . Rindler-Ludwig et a! (6] suggested 
extraction of cathepsin G either by high ionic strength or by pH below 
5.0, or both. Cohn and Hirsch [7] presented data on the lysis of isolated 
granules, which were destroyed by 0.004 M citric acid. We have used 
either one extraction with 0.05 M citrate buffer at pH 3.2 (2) or four 
sequential washings in 0.05 M citrate buffer at pH 3.5 (two of them 
with the addition of Triton X-100) [3) . The comparison of several 
extraction methods of neutra l proteinases of PMNLs has been done in 
our laboratory, and the paper is in preparation. 
We think that the discrepancy between our results [2,3] and those 
of Fraki eta! [1] could be, to a certain extent, related to the sampling 
of the patients. It is conspicuous that about 50% (or more) of the 
patients studied by these authors had psoriasis plus arthritis, whereas 
cases of psoriatic arthritis were not included in our material. 
Our studies indicate that the activities of neutral proteinases of 
PMNLs undergo the dynamic changes in the course of the disease, 
being normal or reduced shortly after reappearance of guttate lesions, 
increased during peripheral spreading of plaques, and again markedly 
decreased when the disease becomes stationary. Increased amounts of 
neutral proteinases released from PMNLs chemoattracted to the pso-
riatic epidermis might be of importance in the self-perpetuation of the 
disease. 
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REPLY 
We appreciate the t houghtful comments from Drs. Glinski and 
Jablonska. We totally agree that levels of proteolytic enzymes within 
polymorphonuclear leukocytes may vary in concert with the activity of 
any inflammatory disease process. The majority of our patients had 
active spreading psoriasis; we were therefore surprised not to find 
proteinase a lterations. Human PMNLs have cytosol proteinase inhib-
itors which can mix with granule hydro lases during extraction of whole 
cells. It is more precise to study hydrolase activity in washed isolated 
granule fractions. Extraction of cells at low pH may lead to: auto lysis 
of enzyme protein by lysosomal hydrolases, irreversible inhibition of 
neutral proteinases, denaturation of endogenous proteinase inhibitors, 
and precipitation of enzyme protein. In our view it is preferable to 
study t he granulocytic proteinases in isolated granules that are ex-
tracted at neutral pH. 
Gerald S. Lazarus, M.D. 
University of Pennsylvania 
Philadelphia, Pennsylvania 
CIRCULATING T6 ANTIGEN POSITIVE CELLS 
To the Editor: 
We read with great interest the recent report by Dr. Rowden and 
coworkers (1] describing a population of cells in the epidermis of T1a-
positive mice that reacts with anti -TL monoclonal antibody and can 
with fluorescein and horseradish peroxidase staining be seen to be 
morphologically similar to Langer hans cells and of similar distribution. 
We were particularly interested to read their statement that "A search 
is already under way to determine whether T-6-positive cells may exist 
in the peripheral blood even if in very limited numbers." Sting! (2], in 
a recent review on the surface receptors of Langerhans cells, also 
observed that the T6 antigen "has not been demonstrated on peripheral 
T cells." There are occasional reports of cells positive for the T6 antigen 
being isolated in small numbers from the peripheral blood of normal 
healthy subjects (3] . Work in this laboratory, to be reported in detail 
elsewhere, has, besides confirming this, demonstrated T6 antigen-
positive cells in the peripheral blood of patients following trauma and 
t hermal injury, sometimes in considerable numbers. 
Nine patients aged 32-70 years (mean 52.8 years), admitted to the 
Longwood Trauma Centre with burns from 5-80% (mean 32.7%) body 
surface area, were studied throughout their confinement. Peripheral 
blood mononuclear cells, isolated from Ficoll-Hypaque gradient were 
labeled with a variety of monoclonal antibodies including a specific 
antibody to the T6 antigen, kindly supplied by Dr. Cox Terhorst of the 
Dana-Farber Cancer Institute, Boston. After overnight incubation they 
were washed, then stained with fluorescein-labeled goat antimouse 
immunoglobulin. As we have previously described, flow cytometric 
analysis was performed only of small cells to avoid inadvertent counting 
of other cell types (e.g., monocytes) that may bind nonspecifically to 
antibody. In 13 healthy volunteers the mean percent of recovered 
mononuclear cells taking up the T6 marker was 0.85, whereas in 
patients, although sometimes absent, T6-positive cells were often found 
sometimes contributing up to 42 % of stained cells. When the data from 
all 9 patients were pooled, significant increases (p:::; .05) in T6-positive 
cells were seen at 0-6, 7-10, 11- 25, 26- 30, 46- 50, and 51- 60 days post 
burn. This increase was significant most often in patients with greater 
t han 30% burns (see Fig). In 9 other patients admitted following 
different types of trauma (mean Injury Severity Score 22; range 9- 40) 
who had not sustained thermal injuries, we found similar numbers of 
T6-positive cells. 
Although it is tempting to propose that extensive epidermal thermal 
injury may liberate into the circulation T6-positive Langerhans cells, 
in t hese patients we find other circulating T cells, sometimes in 
increased numbers, that express antigens normally seen only on im-
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FIG Mean percent (± SEM) of T6-positive peripheral blood mono-
nuclear cells isolated from 9 burn patients studied sequentially. Solid 
Line and closed circles, burns greater than 30% total body surface area. 
Dotted Line and open circles, burns less than 30%. Statistical analysis 
between patients and 13 controls- mean percent T6-positive cells 0.85 
(± 0.25 SEM). 
mature thymocytes, and the pattern for thermal injury and other 
trauma is very similar. We also find after thermal injury increased 
numbers of circulating immature polymorphonuclear cells, as described 
by Volenec eta! [4], suggesting to us that these T6-positive cells are T 
cells at an early stage of maturation before the T6 antigen is lost, and 
are released into the circulation along with other immature leukocytes. 
This is not to say that Langerhans cells are unimportant after thermal 
injury. On the contrary, fu ll -thickness burns must destroy Langerhans 
cell function temporarily, and it may be that this allows the access of 
antigen into the circulation without recognition, and presentation in 
the epidermis to the immune system. 
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REPLY 
The observations reported by Wood and colleagues are intriguing, 
and are to my knowledge the first report of significant changes in the 
numbers of T -6 positive cells in human peripheral blood in non-
neoplastic situations. I agree that the source of these cells is un likely 
to be from the severely damaged epidermis and that these findings 
indicate alterations in the kinetics of maturation and release of the 
thymic T -cell series. In severely burned patients there is a multip licity 
of changes in organ systems far removed from the skin, and the nature 
of the mechanisms, by means of which T-cell maturation is modified, 
